To shape a developing animal, individual cell movements must be coordinated over long distances. Two recent studies help show how this is achieved during convergence and extension of the Drosophila germ-band, where polarity within the plane of the embryonic epithelium biases junction remodeling to polarize cell intercalation. 
differences between stripes of adjacent tissue drive morphogenesis [9] . If adjacent domains of cells along the embryonic A-P axis express different homophilic adhesion molecules, and if individual cells within each unit are free to maximize their adhesive interactions, these parallel stripes of tissue will have a natural tendency to become shorter and fatter over time -as observed [10] -elongating the embryonic A-P axis. Although the hypothetical cell adhesion molecules involved were not identified, this model remains elegant in its simplicity. It also explains why, in embryos which develop with an excess of the anterior morphogen Bicoid, the decrease in width of A-P stripes leads to a corresponding increase in the extent of convergent-extension [4] .
It was thus something of a surprise when Lecuit et al. [11] discovered that a GFP-tagged protein, Slam, preferentially localizes at D-V oriented adherens junctions when ectopically expressed in the extending germ-band. This fortuitous observation revealed hidden polarity within the plane of the embryonic epithelium. Inspired by this finding, Zallen et al. [2] and Bertet et al. [3] decided to test whether the observed axis of planar polarity plays a role in the unidirectional extension of the germ-band. Importantly, both groups found that the polar localization of GFP-Slam mirrors that of its endogenous binding partner Myosin II. In addition, GFP-Slam and Myosin II only appear polarized in tissues actively undergoing intercalation [2] and become concentrated at D-V oriented junctions as they begin to shorten [3] .
As Myosin II is a bipolar, actin-based motor that powers the interdigitation of anti-parallel actin filaments [12] , this correlation between Myosin II polarity and junction remodeling suggests that Myosin II may actively promote the contraction of D-V oriented cell junctions to drive germ-band extension: a notion supported by the demonstration that mutations in Myosin II, or drugs that inhibit Rho kinase-induced Myosin activation, block the dynamic exchange of junctions in the system and germ-band extension [3] .
To gain a more detailed understanding of the junction remodeling process, Bertet et al. In summary, we can reconcile adhesion and planar polarity models by imagining that, although adhesion differences make convergent extension thermodynamically favourable, Bazooka/PAR3 and Myosin II are vital to facilitate partner swapping, helping to overcome the energy barrier that limits reorganization of the epithelium. The planar polarity inherent in the system will help break junctional symmetry and will speed up the process by ensuring that most new interactions are productive, occurring between cells from the same compartment. The combined use of adhesion differences and polarized junction remodeling could also help ensure that germ-band extension is robust. In other systems, the relative contributions of planar polarity, junctional fluidity, adhesion, cell growth and division to morphogenesis are likely to be very different. For example, during elongation of the Current Biology R717 Caenorhabditis elegans embryo, Rho kinase activates Myosin II at D-V oriented adherens junctions to squeeze the embryo into shape [18] . Remarkably, in this case, junctions remain intact throughout the process, preventing cell intercalation and causing the cells involved to become stretched as the animal elongates. In contrast, in zebrafish, polarity-induced changes in the orientation of cell divisions contribute to axial elongation [19] . Thus, related molecular mechanisms appear to be involved in the elongation of many types of embryo [18] [19] [20] , even though the cell biology underlying morphogenesis appears profoundly different in each case.
